Porcine rubulavirus (PoRV) is an emerging virus causing meningo-encephalitis and reproductive failures in pigs. Little is known about the pathogenesis and immune evasion of this virus; therefore research on the mechanisms underlying tissue damage during infection is essential. To explore these mechanisms, the 
INTRODUCTION
Porcine rubulavirus (PoRV), also known as La Piedad Michoacán Mexico virus (LPMV) is an emerging paramyxovirus causing blue eye disease (BED) in swine, an endemic disease in Mexico characterized by nervous, respiratory, and reproductive signs, with corneal opacity (14, 21 
mx P. rubulavirus infection in vitro
PoRV is an enveloped virus constituted by a single stranded negative sense RNA genome of 15 kb, which is divided into six genes that code for the structural proteins: nucleoprotein (NP), phosphoprotein (P), matrix (M), fusion (F), hemagglutinin-neuraminidase (HN) and large (L) proteins (1, 14, 20, 22) .
In recent works our group has reported the variability of the hemagglutinin-neuraminidase at both genetic and biochemical levels, which reveals an active way of variability in PoRV isolates (3, 19) . This fact seems to be promoted by the selective pressure exercised by the immune system of pigs, which has been shown to be directed specially against HN protein (10) .
In many viral diseases, the infection is controlled at the 
Virus titration
The viral titers were determined on PK-15 cell monolayers by means of the TCID 50 standard method and calculated using the Reed-Muench protocol (2) . 
PoRV infection on cells

SH
Transcriptional levels of ISGF3 components
To determine the possible interference of the virus in IFN signaling, we analyzed the transcription levels of the three components of ISGF3: STAT1, STAT2 and p48. All these genes presented a basal level of transcription that was stimulated when the cells were infected ( Figure 3A ). This increase was evident during the infection with 10 TCID 50
PoRV, whereas with 100 TCID 50 the transcription levels were P. rubulavirus infection in vitro reduced to basal values. In contrast, the IFN-primed cells showed that the transcripts of the three genes were increased when they were infected using 1 TCID 50 only, and the levels were lower when higher viral titers were used, which were comparable with basal levels of transcription ( Figure 3B ). which PoRV inhibits the transcription of these genes is still unknown; however, since it belongs to the Rubulavirus genus it is possible that the V protein is involved in these effects.
The V protein has been characterized as an anti-IFN resource during paramyxovirus infections. This protein has a direct effect on the JAK-STAT signaling unchained by IFN.
The precise role of the V protein is generated by the interaction with STAT members, which are sequestered or targeted for degradation, inhibiting in this way the activation of the antiviral genes primed by IFN (9, 12, 25) .
In a recent work our group showed a differential effect of the V protein during MuV infection in vitro (18) . Summarizing, PoRV has the ability of inhibiting some components of the IFN pathway, which may negatively influence the antiviral-response in the host and might contribute to its pathogenicity.
